Abstract : Cell-cell adhesion managed by various adhesion molecules is known to be one of pathophysiological phenomena found in numerous immunological diseases such as rheumatoid arthritis and allergic diseases. In this study, we examined the regulatory role of ginsenosides (G)-Rh1, reported to display anti-inflammatory and anti-allergic effects, on CD29-mediated cell adhesion. G-Rh1 significantly suppressed U937 cell-cell adhesion mediated by CD29 but not CD43. It also blocked U937 cell-fibronectin adhesion, mediated by activated CD29, up to 30%. In agreement, this compound also significantly decreased the surface level of CD29 but not CD43 as well as other costimulatory molecules such as CD69, CD80, and CD86. Therefore, these results suggest that G-Rh1 may have inhibitory function on CD29-mediated cell adhesion events, probably contributing to its anti-inflammatory and anti-allergic activities. 
. Effect of G-Rh1 on cell-fibronectin adhesion. U937 cells (1×10 6 cells/ml) pretreated with G-Rh1 (25 µM) were seeded on fibronectin (50 µg/ml)-coated plates and further incubated for 3 hours. Attached cells were determined by crystal violet assay, as described in Materials and Methods. Data represent mean ± SEM of three independent observations performed in triplicate. *: p<0.05 compared to control. 
